Foals with combined immunodeficiency had normal levels of purine salvage pathway enzymes, including adenosine deaminase, nucleoside phosphorylase, and xanthine oxidase. 
Functional studies of primary immunodeficiency disorders have increased our understanding of these conditions, but have not provided a molecular basis for the disorders. In one syndrome, severe combined immunodeficiency (CID), approximately half of the children examined lacked adenosine deaminase (ADA), which converts adenosine to inosine in a purine salvage pathway (reviewed in references 12 and 14) . Most CID children with ADA deficiency had an autosomal recessive mode of inheritance, whereas normal ADA levels were associated with sex-linked CID (3, 5, 6, (12) (13) (14) (15) .
CID in young horses is similar to severe CID of children (9) (10) (11) 
